Endothelial cell loss following penetrating keratoplasty is progressive, with greater loss in the perioperative time period. However, we do not know why, for example, a density of 500 cells/mm 2 stabilizes in some eyes maintaining corneal clarity, whereas a similar density in other eyes leads to late onset graft failure. Can one predict the decay of cells to explain this example? Why do we have graft failure in some eyes and not others in the absence of inflammation, glaucoma, trauma, or immune rejection? A single exponential model is unable to answer such questions. Riddlesworth et al.
